pressure over the brachial artery. Radial pulses synchronous and equal in volume. Systolic murmur over the swelling.
Heart.-Slightly enlarged; apex 41 in. in the fifth left space. Blowing systolic murmur; faint mid-diastolic murmur. Spleen not palpable. No red cells in urine. Wassermann reaction negative.
Dr. F. PARKES WEBER agreed that the pulsating swelling in the right forearm was a "mycotic " aneurysm, resulting from bacterial metastatic infection of the arterial wall. This diagnosis practically presupposed that the patient had had true malignant endocarditis. The case might possibly later on be acknowledged as one in which the active infective lesions in the heart and in the aneurysmal artery had become sterile, with cure of the infective part of the disease, though not of the deformity in the heart and affected artery resulting from the inflammatory process. L. T., aged 24, a builder's labourer, first noticed lumbar pain one year ago following a chill. He continued at work. Six months later a swelling appeared in the left gluteal region. When seen at King's College Hospital in October 1933, he had a fluctuant swelling the size of an orange in the left buttock. There is a large fluctuant swelling in the left iliac fossa (i.e., psoas abscess). Marked rigidity of spine in lumbar region with no bony deformity, but great muscle spasm. Hips normal.
Radiological report.-Loss of joint space between fourth and fifth lumbar vertebrLe. Marked sclerosis of bone with excavation in centre of body, but no kyphosis.
Chest.-T.B. infiltration at left apex. Aspiration of abscesses produced sterile pus. There is a mobile, hard mass in the right side of the neck, ? calcified glands
Resolution of a Traumatic Opacity in the Lung.-CHARLES NEWMAN, M.D. G. A. F., male, aged 22, was involved in a motor-cycle accident on August 31, 1933, in which he received bruises and superficial grazes to his left forearm and right shoulder regions, but no injury to his chest so far as he knew. There was a cut in the inside of the upper lip. He was taken to the Casualty Department of King's College Hospital next day because he coughed up some blood-stained sputum and the chest was examined by X-rays, in view of the possibility of a fractured rib. There was an opacity in the upper and middle zones on the left side. He was admitted to hospital, 7.9.33, still bringing up blood-stained sputum.
He complained of slight pain in the left upper chest and a dragging sensation on coughing but there was no previous history of loss of weight, cough or sweats, etc.
In hospital he ran a niggling pyrexia to 99x8. There was impaired note and airentry at the left upper lobe with some fine crepitations on coughing. The sputum was negative for T.B. on three occasions. About 15.9.33 he was seen by Dr. Livingstone who thought that an exudative type of tuberculosis was the likely diagnosis and advised an artificial pneumothorax if the radiological appearance had not changed at the end of three weeks from the last examination.
A skiagram taken on 22.9.33 showed considerable improvement with regard to the opacity.
The temperature and pulse-rate settled after two weeks and the patient was discharged after three weeks, having gained 5 lb. in weight.
Dr. H. V. MORLOCK said that the skiagram showed a bronchopneumonic distribution of the lesion, and on going into the history carefully he had ascertained that the bleeding had been present from the time of the accident until the patient fell asleep that night with the aid of a sleeping draught, also that the bleeding was still present when he awoke next morning ; further the patient admitted that he usually slept on his left side. He (Dr. Morlock) was therefore of the opinion that the lesion shown in the skiagram was due to a bronchopneumonic distribution of aspirated blood. Such lesions, not uncommonly seen in a tuberculous patient following a hemoptysis, would be seen to disappear in serial skiagrams in a few days.
Dr. J. L. LIVINGSTONE said he strongly doubted that the hoemorrhage was in the bronchial tree. If that had been the case the opacity would have been more in the lower lobe, whereas in fact it was confined to the upper lobe. He thought an interstitial hemorrhage and bruising of the lung tissues was a more likely explaination.
Paroxysmal Tachycardia associated with an Organic Cardiac Lesion.
Miss C., aged 32. Not known to have had any rheumatic manifestation or scarlet fever. At the age of 7 had measles followed by pneumonia; heart was then said to be affected and games were forbidden after recovery. No details of infancy available.
November 1930, then aged 29, first seen on account of amenorrhcea of three months' duration. No gynmcological cause found; regular periodicity established eventually.
On examination.-A small woman; slight cyanosis of lips. Heart enlarged; apex-beat heaving (apex i in. external to the midclavicular line).
Loud to-and-fro murmur heard at apex and, at about same intensity, all over pracordi-am; conducted to left axilla and to both subclavicular areas and heard all over the lung area at the back and also in the right axilla; rate regular, 72; blood-pressure 130/80.
Liver not palpable; no albuminuria or cedema.
January 1931.-Onset of "palpitation" which came on in the evening each day and on one occasion lasted all night. The cardiac area and murmurs were not altered but there were frequent extrasystoles; rate, 96; blood-pressure 110/70. Liver four finger-breadths below the costal margin; crepitations heard at both bases. With rest the liver enlargement disappeared but the patient has since been subject to attacks of "palpitation," sometimes daily, sometimes at intervals of days or, rarely, weeks. The tachyeardia is generally brought on by slight exertion, such as going upstairs; sometimes it is brought on by flatulence. Usually it lasts for two or three minutes but there have been longer attacks lasting several hours. On four occasions attacks have been observed: In December 1932, Dr. Donald Hall made electrocardiographic examinations between and during attacks. The first print shows right ventricular preponderance, variation in rate, and pauses due to sino-auricular block. The second shows paroxysmal tachyeardia of auricular-ventricular nodal origin.
The patient is living a life of restricted activity but still has frequent short attacks of tachycardia. Treatment has consisted of rest with, at different times, digitalis, cardiazol, and bromides.
